Hypertrophic osteoarthropathy and purgative abuse
We describe a young woman who presented with clubbing of digits and hypertrophic osteoarthropathy. A history of purgative abuse emerged and it appeared likely that this was more than a chance association. We are unaware of any previous reports linking hypertrophic osteoarthropathy with purgative abuse.
Case report
A 21-year-old dental nurse presented in mid-1978 with a nine-month history of painful swelling of both ankles followed by painful swelling and morning stiffness affecting proximal and distal interphalangeal joints of both hands. Her only other symptom was intermittent diarrhoea of three years' duration. There was no family history of clubbing or any rheumatic disorder.
On examination she weighed 49-1 kg. There was clubbing of fingers and toes with pronounced periungual erythema. Both ankles were swollen, red, and tender, and there was tenderness of interphalangeal joints of the fingers. General examination showed no other abnormality. Cardiovascular and respiratory systems were normal, as were the findings on abdominal and rectal examination. Results of sigmoidoscopy to 15 cms were similarly completely normal.
Investigations showed an erythrocyte sedimentation rate of 10 mm in first hour, haemoglobin concentration 13-9 g/dl, and white cell count 8-3 x 109/1 (8300/mm3). Serum electrolyte, urea, and protein concentrations were normal, as were iron and folate. Serum calcium concentration was 2-5 mmol/l (10-0 mg/100 ml), phosphate concentration 1 1 mmol/l (3 5 mg/100 ml), and alkaline phosphatase activity 114 u/l (normal range 20-90). Autoantibody screen was negative and thyroid function values normal. Radio-I.
Radiograph of ankles showing normal joints but florid periosteal reaction affecting distal tibiae.
graphs of chest and hands were normal but those of knees and ankles showed striking symmetrical bilateral periosteal new bone formation, affecting particularly the ends of the long bones (figure). Barium follow-through and enema examinations showed only mild flocculation of contrast material in the small bowel.
The patient's mother disclosed that for three years the patient had been taking at least three senna (Senokot) tablets daily. The patient then confessed to habitually taking this aperient to control her weight. She also admitted to a period of secondary amenorrhoea of several months' duration a year before.
In October 1978 she stopped taking laxatives, and subsequently her weight increased to 57-2 kg. Within six months the clubbing had disappeared, though the periungual erythema persisted. Her rheumatic symptoms were less severe and controlled by non-steroidal anti-inflammatory drugs, though there had been no regression of the radiological bone abnormalities.
Comment
Although the most familiar association of hypertrophic osteoarthropathy is with intrathoracic disease, it may also be hereditary or idiopathic.' In addition, there is a well-recognised association with various extrathoracic disorders, especially a wide range of gastrointestinal diseases whose common feature is diarrhoea.' 2 Our patient's diarrhoea may be explained solely by purgative abuse, since it disappeared once she stopped the practice and there was no evidence of an underlying gastrointestinal disorder. The abnormality on barium follow-through examination was thought to be consistent with purgative abuse.
Silk et al3 first described reversible finger-clubbing in a patient who ingested excessive quantities of purgatives, and the association has been noted by others,4 5 though in these instances the reversibility of clubbing could not be established because the patients persisted in taking purgatives. Interestingly these patients suffered from anorexia nervosa, and our patient's history suggested some features of this condition. We think that the presentation of clubbing with hypertrophic osteoarthropathy and purgative abuse is more than coincidental: there was no evidence of any other disease and, significantly, the patient's clubbing regressed and her symptoms improved after stopping the purgatives.
We thank Mr K M N Kunzru for referring the patient, and Dr G Sladen for helpful advice.
Primary biliary cirrhosis is a progressive liver disease, and, though the aetiology is unknown, autoimmune mechanisms are probably implicated. Thomas et all suggested that the liver damage may be mediated by immune complex deposition, but evidence for this is not conclusive. Although immune complex deposition may mediate some of the diseases with which primary biliary cirrhosis is associated, to our knowledge only one case has been reported2 in which this has been clearly shown. We report a further case of primary biliary cirrhosis and immune complex disease and discuss briefly the importance of our findings.
